In situ hybridisation and immunohistochemical studies were (BrJ Ophthalmol 1992; 76: 486-490) 
Proliferative vitreoretinopathy (PVR) is a complication of retinal detachment and is characterised by the development of contractile, scarlike fibrocellular membranes on either side of the detached neuroretina (epiretinal and subretinal membranes).' The contractile epiretinal and subretinal membranes of PVR have a similar cellular composition,2" although contractile subretinal membranes appear to have a larger retinal pigment epithelial component and smaller glial component than epiretinal membranes,356 and the extracellular matrix of PVR membranes at both sites contains collagens and glycoproteins, including fibronectin.7"' Fibronectin has a number of important biological functions such as a role in cell-cell and cell-substratum adhesion,""'3 and the adhesive properties of fibronectin may contribute to the cell-cell and cell-extracellular matrix cohesion in early PVR membranes.
In PVR, epiretinal glial and retinal pigment epithelial cells are replete with fibronectin messenger RNA (mRNA) whereas cells in the subjacent detached neuroretina and retinal pigment epithelial monolayer exhibit little or no fibronectin message, suggesting that the ectopic retinal pigment epithelial and glial cells produce abundant glycoprotein while those in situ in the retina do not. 4 The 'up regulation' of fibronectin production by the displaced cells probably contributes to the glycoprotein in epiretinal membranes but the mechanism for the change in gene expression for fibronectin is obscure.
One possible explanation for the activation of fibronectin production in the ectopic cells 9 5 (0-3 mg/ml NBT; 0-2 mg/ml BCIP; 0-1 M TRIS; 0-1 M sodium chloride; 0-005 M magnesium chloride). Probes were stored at -20°C until used. HYBRIDISATION 
HISTOCHEMISTRY
Subretinal membranes were fixed for between 4 and 48 h in 10% formol-saline, dehydrated in graded concentrations of ethanol and embedded in paraffin wax.
Sections (6 ,um thick) of wax-embedded tissue were cut, dewaxed, permeabilised, treated with proteinase K, post-fixed, dehydrated in methanol and air-dried.'4 The anti-sense (SP6, fibronectin transcript) probe was then applied at a concentration of 1:100 (approximately 0-1 ,ug/ml) in hybridisation medium and the preparations were hybridised overnight under coverslips at 37°C in a humid chamber. During all the procedures up to and including hybridisation, RNAse free conditions were employed.20 The coverslips and unbound probe were removed as previously described. 14 Sites of probe binding were visualised immunohistochemically using the antibody to digoxigenin. Non-specific antibody binding was blocked by a 20 minute incubation with 3% normal sheep serum/PBS, sheep antidigoxigenin antibody-alkaline phosphatase conjugate was applied to the sections for 30 The accumulation of both plasma and locallyproduced fibronectin has been described in reparative processes elsewhere in the body'3 29 and in this respect subretinal membrane formation may be likened to an evolving scar. However, in other respects subretinal membranes differ from healing wounds -for example, the absence of a prominent vascular component,6 and it remains to be seen whether the fibronectin is as important in subretinal membrane formation as it is wound healing in general.
The production of fibronectin by subretinal membrane cells does not imply that fibronectin is important in the pathobiology of the tissue per se. However, the abundance of message in some subretinal membranes and the recent demonstration of fibronectin receptors on cells displaced into PVR epiretinal membranes' is in keeping with the concept that the glycoprotein plays a role in subretinal membrane development.
In early PVR, plasma-derived fibronectin is likely to 
